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LETTERS TO THE EDITOR 
Crib Death 
The report by Manno and Kane (I) of autopsy findings in 
victims of sudden infant death syndrome (SIDS) is straightforward, 
although not really informative because there was no control group 
and the observatIOns were not blinded. At lea~t, their conclusions 
were restrained and their discussion of the problem was good. 
Dr. James' edItorial (2), on the other hand, asserts from these 
same data that hi~ theory of cardiac cause of crib death has been 
reinforced. It has been 17 years since he first presented his studies 
(3) on the conduction system of human infant hearts, accompamed 
by his proposal that these findings could explain SIDS. In that 
study, 43 hearts had been examined and the same "unexpected 
histologic change" was present in all of them, including the control 
cases with obvious probable cause of death. The term "unex-
pected" was based on change not present in the fetus or adult, 
histologically "a resorptive degeneratIOn involving the left margin 
of the A-V node." He conceded that the process of remodeling 
was normal in that age group, in both the SIDS victims and control 
autopsy subjects. He speculated that this process might be initiated 
by the hemodynamic changes at birth with "increased phy,ical 
stres~ on the central fibrous body and the septal attachments of the 
atrioventricular valves," leading to lethal disorders of rhythm or 
conduction. Considering that the greatest changes occur with the 
very first breath and most of the associated changes (ductal closure 
and functional closure of the foramen ovale) occur normally Within 
the first day of life, it is difficult to see how that process can 
logically be implicated In SIDS, a lethal di,order that spares the 
first month of life. (There is also a problem with the upper age 
range of his findings (4): he found this "degenerative" proces~ to 
extend up to 2 years of age, whereas SIDS is uncommon after 6 
months of age.) 
Valdes-Dapena and her colleagues (5) reported a ,imilar study 
in 1973 of 31 SIDS victims and 16 control subjects and also found 
no difference between the two groups. They "questioned the va-
lidity of attributing malfunction of this or any other anatomic 
system to features of its normal developmental histology." In 
1974, Anderson and others (6) also "were unable to find the 
pathological changes described by James," in either control or 
SIDS victim conduction systems. In 1976, Lie et al. (7) examined 
50 hearts and they too found no differences between the conduction 
system of the 26 victims and the 24 control infants with known 
causes of death. James responded then with an editorial (8) pointing 
out that there was no substantive difference between the other 
reports and his studies, SInce they all found differences between 
the conduction systems of infants and adults, but not between SIDS 
victims and controls. James, nevertheless, asserted that these changes 
could create cardiac electrical instability, and the answer required 
24 hour electrical monitonng. It is disturbing that, although data 
of preCisely the sort that James asked for has been published, he 
did not refer to it in his recent editorial. 
A multicentered prospective study (9) from Great Britain ap-
peared in 1983, reportIng 9,251 24 hour electrocardiographic re-
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cordings of newborn,. Of these, 29 subsequently died of SIDS, 
and none had pre-excitation or a long QTc interval. One had 
occasional ventricular premature beats, an occurrence within the 
normal frequency for age. (In fairness, I must add that the 29 
SIDS cases also did not demonstrate apnea greater than 20 sec-
onds.) 
Another approach is the clinical one. in which one examines 
known cases in infancy of arrhythmias, specifically those men-
tioned by James, reentrant tachycardias and parasystolic rhythms. 
Deal and her colleagues (10) recently reported 90 cases of Wolff-
Parkinson-White syndrome with tachycardia during the first 4 months 
of life. There was one infant with atrial flutter and there were no 
instances of atrial fibrillation. One patient, who died unexpectedly 
at I month of age, could be classified as having SIDS, but did not 
have flutter and was not in congestive failure, the usual conse-
quence of supraventricular tachycardia in infancy. 
As for parasystolic rhythms, suggested by James as a likely 
possibility for explainIng SIDS. it IS a very rare disorder in the 
pediatric age group, especially in infancy. This disorder appears 
only once (II) in the only major textbook on arrhythmias in chil-
dren, with the statement, "Parasystole when it occurs in the infant 
is bemgn." Even ventricular tachycardia in infants and children 
is surprisingly well tolerated and congestive failure is much more 
likely than sudden death (12). 
In summary, postmortem findings in SIDS that are no different 
from those of a control population should not be offered as evidence 
of a potential lethal outcome explaining SIDS, because there are 
no clinical reports of serious arrhythmias in this age group that 
would approach the prevalence of SIDS, which is 2 per 1,000 live 
births. The youthful heart is far more resistant to sudden deteri-
oration from arrhythmias than is the heart of an atherosclerotic 
adult. 
WARREN G. GUNTHEROTH. MD, FACC 
DIl'ision of Pediatric CardIOlogy 
School of MediCine 
UIlll'erslly of Washington 
Seattle, Washington 98195 
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Endomyocardial Biopsy 
In a recent comparison of echocardiography to fluoroscopy during 
endomyocardial biopsy, Strachovsky et aL (1) note that echo-
cardiography appears to be a reliable method for both localization 
of the bioptome and recognition of potential complications. Their 
results confirm the findings in 163 biopsies in this institution (2) 
and of Mortensen and Egeblad (3) that, while long- and short-axis 
views are disappointing, apical echocardiography provides an ad-
equate window for forceps tip visualization and localization within 
the right ventricle. 
It would appear from the data that since fluoroscoPIc placement 
could not ensure that the biopsy site was truly at the ,eptum, biopsy 
of the right ventricular apex and free wall occurs under fluoroscopic 
guidance. Because the bioptome jaws can be visualized in relation 
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to the right ventricular wall under echocardiographic guidance, the 
technique has been modified at our institution. We now open the 
bioptome jaws prior to contacting the right ventricular wall. This 
ha& resulted in a perforation rate of only I in 419 procedures (three 
to six samples each) performed with echocardiography alone, de-
spite routine biopsy of the right ventricular free wall as well as of 
the interventricular septum. This is in contrast to the I to 4% 
incidence rate of perforation previously reported (1,4). We feel 
that this change has added to the safety of endomyocardial biopsy 
and can be easily added to the routine biopsy protocol. 
GEORGE A. WILLIAMS, MD, FACC 
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